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SYMPTOM CHECKLIST. Encephalopathy vs. psychosis1–8*

Consider a diagnosis of encephalopathy if the patient exhibits
__  Confusion
__  Disorientation
__  Poor short-term memory
__  Frequent visual, olfactory, or tactile hallucinations (auditory hallucinations are not likely)
__  Variable degrees of paranoia or delusional thinking

Additionally, consider the following characteristics of encephalopathy before making diagnosis:
•     Usual onset over age 40
•     History of medical illness 
•     Cause-dependent family history 
•     Presentation in general medical and/or intensive care settings 
•     Cause-dependent physical examination findings 
•     Signs of neurologic dysfunction that might include tremor, nystagmus, seizures, myoclonus,
muscle atrophy, weakness, dementia, and/or loss of consciousness or ability to swallow or speak

Consider a diagnosis of psychosis if the patient exhibits
__  Intact orientation
__  Normal short-term memory
__  Very frequent and prominent auditory hallucinations, as well as overt delusional thinking (visual,
olfactory, or tactile hallucinations not likely)

__  Frequent paranoia

Additionally, consider the follow characteristics of psychosis before making diagnosis:
•    Usual onset in teens to mid-30s
•    History of psychiatric illness 
•    Family history of psychiatric illness
•    Presentation in the psychiatric setting (more often than not)
•    Normal physical examination
•    Signs of neurologic dysfunction that might include tremor, stiffness, rigidity, tardive dyskinesia,
and/or catatonia

*These signs and symptoms are characteristic of these disorders, but they can present in various
ways, patient to patient, and may or may not present at all.

Encephalopathy and psychosis are
two separate mental states that
are both characterized by

symptoms of paranoia, to varying
degrees, but that’s about where the
similarity ends. Here we present a
checklist of symptoms and
characteristics of both disorders for
use as a diagnostic aid.
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TREATMENT. Encephalopathy vs. psychosis

If a diagnosis of encephalopathy is made...
Immediately remove any offending agent and focus treatment on the specific causative
pathology (e.g., administer glucose in hypoglycemia or benzodiazepines in alcohol
withdrawal). Symptomatic pharmacotherapy or restraints should only be applied when
urgently needed for behavioral control.1–4

If a diagnosis of psychosis is made...
Antipsychotic drugs are usually the first-line of treatment, with benzodiazepines utilized for
calmative influence or in cases of catatonia. Mood stabilizing pharmaceuticals might be
indicated as well. If related to some offending agent, it should immediately be removed.
Patients at risk for harm to themselves or others might require hospitalization, restraints, or
other measures to ensure safety.5–8
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SUMMARY
Encephalopathy defines a clinical

presentation of pathology affecting
brain function, of extra-cranial or intra-
cranial origin. It is manifested by an
altered mental status characterized by
disorientation, short-term memory
impairment, inattentiveness, and often
with an abnormal state of arousal. In
encephalopathy, treating the
underlying cause may induce
remission; however, the pathology can
result in permanent damage to brain
function and may be fatal and/or
recurrent.1–4

Psychosis is a clinical presentation
characterized by loss of contact with
reality and is usually considered a

psychiatric condition. The mental
status examination usually includes
delusions, hallucinations, abnormalities
of arousal, but with orientation and
memory functions intact. In psychosis,
treating the underlying cause usually
resolves an acute illness, but relapse
and chronicity are common.5–
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ETIOLOGY. Encephalopathy vs. psychosis

Encephalopathy is most commonly caused by
• Organ failure (e.g., renal, hepatic, pulmonary, hypoxia, hypercapnia)
• Infection: Systemic (e.g., urinary tract, pneumonia) or involving the central nervous system
(e.g., meningitis, encephalitis), bacterial, viral, parasitic, or prions, especially with high fever

• Disorders of the thyroid, adrenal, pituitary, or related glands
• Toxicity or withdrawal (e.g., alcohol, salicylates, benzodiazepines, barbiturates, tricyclic
antidepressant or antipsychotic medications, poisons, organophosphates, hydrocarbons,
recreational drugs, medicinal drugs)

• Metabolic disorders (e.g., abnormal concentrations of sodium, glucose, calcium, or
hypophosphatemia; acidosis, alkalosis, inborn errors of metabolism)

• Anoxia
• Neoplasms (e.g., tumors of the central nervous system, paraneoplastic syndromes)
• Nutritional deficiencies (e.g., dehydration, vitamin B1, other vitamins)
• Other dysfunctions/disorders, including fever, seizures, mitochondrial dysfunction, trauma
(e.g., concussion, contusion, subdural hematoma, epidural hematoma, diffuse axonal injury),
vascular (e.g., ischemic and hemorrhagic strokes, vasculitis, venous thrombosis),
hypertensive encephalopathy, neonatal encephalopathy, encephalomyopathy.1–4

Psychosis is most commonly caused by
• Psychiatric illnesses (e.g., schizophrenia and related disorders, delusional disorder, brief
psychotic disorder, schizotypal disorder, major depressive disorder with psychotic features,
bipolar disorder with psychotic features, chronic hallucinatory psychosis)

• Myxedema
• Toxicity from stimulants (e.g., amphetamines, cocaine, methylphenidate, caffeine), steroids,
and/or hallucinogenic substances (e.g., lysergic acid diethylamide, mescaline, phencyclidine)

• Menstrual cycle (i.e., in a periodicity in rhythm with the menstrual cycle)
• Recent childbirth (e.g., postpartum psychosis)
• Dopaminergic antipsychotic drugs by the depletion of dopamine (e.g., tardive psychosis).5–8


